Due to a different mutation site in the Duchenne muscular dystrophy (DMD) gene, patients with Becker muscular dystrophy (BMD) show a milder and slower clinical progression as compared with patients with DMD. Cardiac involvement is a frequent feature of both dystrophies, which can develop before or after skeletal muscle damage. Asymptomatic cardiomyopathy is seen in most cases, and left-or bi-ventricular dilation occurs in up to one-third of patients with BMD [1]. In contrast, left ventricular (LV) hypertrophy has rarely been reported.
myogenic damage, but normal nerve conduction. Consequently, a skeletal muscle biopsy with specific immunohistochemistry showed positive expression of dysferlin and a, b, g, and d-sarcoglycan, but the intensity indicated decreased N-terminal, C-terminal, and rod-domain dystrophin, which helped to confirm BMD ( Figure 1C as compared to normal skeletal muscle cells from another patient shown in Figure 1D ; informed consent was obtained from the patients to publish their data). Unfortunately, this patient refused genetic testing.
X-linked DMD and BMD are allelic disorders caused by mutations in the DMD gene. The gene mainly encodes dystrophin, which is primarily localized at the surface membrane of striated muscle fibers and is expressed in similar isoforms in skeletal, cardiac, and smooth muscle. In DMD, dystrophin is nearly absent. Severe skeletal muscle involvement occurs at a very young age and rapidly progresses to akinesia within a few years. In contrast, dystrophin remains present at some concentration, but shows an abnormal phenotype in BMD [1] . Similar to this case, BMD patients usually present later in life, with mild skeletal muscular symptoms of slower progression; however, these patients usually have obvious symptoms of cardiac involvement.
Because a dystrophin deficiency makes muscular cells vulnerable to the damage caused by mechanical stress, necrotic myocytes are replaced by connective tissue fibers and fat [2] . However, there is great variability in the degree of cardiac involvement in BMD. As previously reported, different types of ECG abnormalities are frequently observed in BMD. Not surprisingly, morphological changes in the myocardium usually manifest as LV or biventricular chamber dilation [3] . Delayed gadolinium enhancement in the dilated LV via CMR was also reported [4] . In contrast, LV hypertrophy (as in this case) is extremely rare in both BMD and DMD. There was one case reported of a 17-year-old boy with BMD who presented with a rapid progression from hypertrophic cardiomyopathy to heart failure within 2 years [5] . Therefore, myopathy should be considered when LV Conflicts of interest: All authors declare no conflicts of interests.
hypertrophy is accompanied by myalgia, difficulty in moving, and increased myogenic enzymes. Muscle biopsy and genetic testing may help confirm the diagnosis.
